Introduction
Parainfluenza type 2 is well recognized as an upper respiratory pathogen but has not previously been associated with disease of the lower airways in adults. Acute bronchiolitis, although common in infants, is a rare disease in adults and little is known of its patho-physiology or sequelae.
Case report
A 22-year-old Australian man presented with a 7-day history of dry cough with subsequent severe progressive dyspnoea, bilateral pleuritic chest pain and expectoration of blood-stained sputum, with no response to co-trimoxazole. There was no previous history of chest disease although he (MEF50) and at 25% (MEF25) vital capacity of 2-6 litres/sec (p.n. 5*1 ±I1 litres/sec) and 0-71 litre/ sec (p.n. 2-0±0-8 litres/sec) without significant change after salbutamol inhalation. DL,CO was 31175 ml/min/mmHg (p.n. 33-45 ml/min/mmHg) with KCO 4-15 ml/min/mmHg. Residual volume was 1-39 litres (p.n. 1 85 litres) with total lung capacity 6-78 litres (p.n. 7-2 litres). (Wohl and Chernik, 1978) . It may be distinguished from bronchitis of the larger airways by greater severity of symptoms, with more marked dyspnoea and tachypnoea, inspiratory recession of soft parts of the chest and often cyanosis. Auscultation reveals expiratory rhonchi and rales. Chest X-ray appearances range from normal to hyperinflation with airtrapping or pneumonia. Pathologically, submucosal oedema and fibrin plug formation in small bronchi and bronchioles has been demonstrated, producing partial or complete obstruction. In infants, in whom respiratory syncytial virus and parainfluenza viruses commonly cause bronchiolitis, the physiological basis for respiratory difficulty is small airways narrowing with reduced dynamic compliance, and increased thoracic gas volume and expiratory resistance (Phelan, Williams and Freeman, 1968) . Gas exchange is impaired with reduced Pa,o2 secondary to reduced ventilation-perfusion ratios, and in severe cases CO2 retention. There are few data available from adults. In this age group parainfluenza virus usually produces a mild upper respiratory infection with rhinorrhoea, headache, fever and malaise.
The mainstay of treatment in viral bronchiolitis is oxygen and supportive measures. The response to bronchodilators has not been adequately assessed (Wohl and Chernik, 1978) , but in infants is considered of no value (Phelan and Williams, 1969) . The patient described, however, responded dramatically to bronchodilator therapy. This may reflect differences in childhood and adult pulmonary physiology.
The sequelae of viral bronchiolitis in childhood include abnormal Pa,o2, FEV1, and MEF25, even in the absence of symptoms, indicating a residual parenchymal or airways lesion (Kattan et al., 1977) . Little is known of the sequelae of adult bronchiolitis although chronic obstructive airways disease has been reported (Dines, 1967 
